Effects of captopril on the beta-adrenergic system in noninfarcted myocardium in the rat heart failure model  by Bellah, Karil et al.
.hKC Vol. 1‘7. No. 1 
February 1991: I33A 
, Louise Harris. 
Toronto, Toronto, Canada 
Nisar Shaikh, wniv@rsity of 
effects of iodarsne (A), a wn phospholipase 
ted porcine heart 
el to determine whether this inhibition could preserve 
electrophysiologic (EP) integrity during reversible 
In untreated hearts (n-5). 
ulted in rapid onset of ST 
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In A treated hearts, (n-5, 40 mins. perfusion with 5~4 A 
prior to MI), sinus rate decreased 20% but ta,qP recordings 
revealed no chang ular effective refractory 
period (240 vs 245m s 230s~~) or amplitude (23 
vs 26 q V) . In there was significant 
attenuation (pCO.0 t of ST elevation during 
the first 8 mins. conco 
of LPC elevation. ( % vs 2 
These EP differences were not significant at 20 mins. (LPC 
increase 11%). The delay in onset of the EP injury in 
association with attenuation of phospholipid catabolism 
during PI1 by A, suggests that myocardial PI may in part 
be responsible for the preservation of EP integrity 
observed in the first minutes of ischemia. 
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Despite increased infarct size when left ventricular 
hypertrophy and hypertension (LVH-HT) are present, we have 
shown that recovery of segmental systolic thickening with 
reperfusion after ischemia in hearts with LVH-HT parallels 
that of nonhypertrophied-normotensive (C) hearts 
Reduction in blood pressure (RBP) in LVH-HT has been shown 
to decrease infarct size, however, the influence of RBP on 
systolic thickening in LVH-HT is 
RBP in canine left ventricles with 
recovery of segmental systolic 
n ischemia and 24 hrs reperfusion. 
groups of conscious dogs (LVH-HT. LVH-RRP, and 
odynamic catheters, coronary artery occluders, 
and sonomicrometers underwent 15 q in ischemia and 24 hrs 
reperfusion. hyocardial segments were grouped by X of 
segmental systolic thickening (as X control systolic 
thickening) at 15 min ischemia (Class 1 2 67%, Class 2, O- 
66%. Class 3 e 0% control systolic thickening) and the 
recovery of each class was measured serially during 
reperfusion. Hemodynamics and blood flow were also 
QEasured. SystoIic 2 
ents was signif 
reperfusion (p d 
-HT) and systolic thickening ) 
segments showed a similar trend. S 
with LVH-HT. reduced blood pressure was associated with 
iations 01 animals exist after large significantly greater (rather than improvement) 
rnonstrafe of systolic thickening compared to C hearts. In hearts her 
rns the with LVH-HT, RBP may exaggerate rather than ameliorate myocardial stunning. 
